. Thus, Iodoacetamide suppressed the plasma membrane modification, but not chloroplast one (Plate I-8).
We reported previously that an SH-reagent inhibited AM-toxin-induced electrolyte loss as well as necrosis formation, but failed to reduce the toxigenic inhibition of photosynthetic CO2 fixation. We suggested that plasma membrane dysfunctions caused by the toxin may be closely correlated with necrosis6). The protection was detected only when leaves were treated with SH-reagent before toxin exposure, indicating that SH-containing molecules may be involved in an early recognition between AM-toxin and susceptible apple cells. This view6) is additionally supported by the present ultrastructural study because the SH-reagent inhibited the plasma membrane modifications but not chloroplast ones.
We reported previously that AM-toxin affects chloroplasts in host and non-host leaves, but does not induce necrosis and fungal infection on such non-host leaves, indicating that the toxin may have a non-selective effect on chloroplasts6). However, there is a differential toxin sensitivity in chloroplasts between susceptible apple and others6). In the case of susceptible apple, the effect of the toxin appears on both plasma membranes and chloroplasts at 10-8M. On the contrary, the toxin at 10-6-10-5M affects plasma membranes and chloroplasts of moderately resistant apple, while at the same concentration, the toxin causes chloroplast disfunctions of resistant apple and some non-hosts without inducing plasma membrane lesion. The results imply that chloroplast dysfunctions in susceptible apple may contribute for host-specific actton of AM-toxin. Therefore, further studies of the mechanism of AM-toxin actions using isolated chloroplasts remain to be done.
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